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quarantined at Miami's Metrozoo; it reportedly was eating and in apparent good health although highly nervous.
A firm submandibular subcutaneous nodule approximately 1 .O cm in diameter was noted after two months. Three weeks later the bird became dyspneic and had a clear, mucoid oral or on Schwann's cells. and nasal discharge. Upon examination a white, firm, raised nodule approximately 0.5 cm in diameter was noted on the base of the tongue. Antibiotic and supportive treatment for a respiratory infection was initiated, but the bird died soon thereafter.
Necropsy revealed a bird in good flesh. A 3.0 x 2.0 x 2.0-cm white, firm, circumscribed nodular mass was present in the subcutaneous tissue immediately ventral and posterior to the mandible. Another solitary 1.0 X 1.0 X 0.5-cm mass was present on the dorsal surface of the tongue at its base. The trachea, bronchi, and lungs contained a thick, greenish, mucoid exudate with multiple, small, caseous nodules throughout the lungs. The liver was enlarged, but no other organs were remarkable.
Histological examination of the lungs revealed multiple foci of necrosis and granulomatous inflammation. Infiltrates of heterophils and numerous multinucleated giant cells surrounded the necrotic areas. Methenamine silver stains demonstrated mycelial elements characteristic of A,rpergi//us spp in the granulomas.
The lingual and subcutaneous lesions were identical histologically. They were composed of a well-circumscribed population of elongated, serpentine cells with spindle nuclei, small inconspicuous nucleoli, and rare mitotic figures (fig. I). These components were dispersed in a loose myxoid stroma with fibers which tended to whorl and interlace. Although wellcircumscribed, no distinct capsule was present. The submandibular mass had a large necrotic area with an acute inflammatory cell infiltrate. These lesions were diagnosed as benign neurofibromas.
The liver, spleen, and kidneys were congested, but all other tissues were unremarkable. In addition to traditional morphologic criteria for identifying and classifying these neoplasms, an immunoperoxidase technique was employed to demonstrate myelin basic protein.
The peroxidase-antiperoxidase procedure described by others was utilized [6] . In this procedure a primary mammalian monoclonal antibody to myelin basic protein was used. The result was a positive reaction for myelin as indicated by the presence of brown granules within or on the surface of some spindle cells confirming their Schwann's cell origin (fig. 2) .
The cause of death of this bird was mycotic pneumonia-probably stress induced from the tumors which either interfered with respiration and/or normal deglutition. An interesting and perhaps evolutionary point in this case is the immunoperoxidase demonstration of cross reactivity between an antibody to mammalian myelin and avian myelin. This laboratory procedure will be extremely useful for the classification of tumors in veterinary pathology. At necropsy, major gross findings were restricted to the left eye and lungs. The left pupil was constricted markedly. The central half of the cornea was opaque. Hypopyon was present, and the lens was luxated into the anterior chamber. The lungs were mottled with small, bright red patches, and the caudodorsal aspect of the right lung contained approximately 1 ml of free blood within and directly around it. There was marked atrophy of muscles throughout the carcass.
Histologic changes were limited to the left eye, lungs, and kidneys. The left eye had a severe endophthalmitis which centered around the lens. The entire circumference of the lens was disrupted and encompassed by a thick inner zone of polymorphonuclear leukocytes and an outer zone of polymorphonuclear leukocytes and mononuclear inflammatory cells. Many of the polymorphonuclear leukocytes were degenerated and intermingled with chromatin and fragmented lens fibers. These lens fibers varied from individual strands to dense, deeply eosinophilic morgagnian globules. Polymorphonuclear inflammatory cells in the outer zone were less numerous and were mixed with various numbers of macrophages, occasional giant cells, and dense proteinaceous material. Macrophages generally had a foamy appearance and sometimes contained periodic acid-Schiff-positive granules. Small clusters and single inflammatory cells were present in remaining portions of both the aqueous and vitreous cavities. The iris was encased within the inflammatory reaction around the lens. Uveal tract inflammation was characterized by many lymphocytes, plasmacytes, and a few polymorphonuclear leukocytes (figs. 1,2). The trabecular meshwork and the stroma of the iris and ciliary body were infiltrated densely, whereas the pars plana of the ciliary body and choroid contained only modest numbers of leukocytes. In addition, a few inflammatory cells were
